[Fever as a homeostatic process accompanying infection].
After a survey of experimental data the author considers the notion that elevated (febrile) temperature acts as an adaptive factor buffering against the disordering of biomembrane homeostasis during infection. Impendance of the membrane homeostasis under infectious conditions occurs due to the certain disturbance of membrane structure caused by pyrogen-induced activation of phospholipases and liberation of arachidonic acid from phospholipid deposits. A consequence of liberation and oxygenation of the arachidonic acid is an outflow of double bonds from the overall pool embedded in the structure of membrane. This in turn leads to an increase of membrane bulk phase transition temperature and to depletion of membrane fluidity at normal (non-febrile) temperature.